A 77-year-old mancomplained of headache, dizziness and tactile hallucination. Based on those clinical signs and the findings of computed tomography scanning and magnetic resonance imaging, he was diagnosed as having pituitary adenoma. Clinical signs and symptomsof Cushing's disease had not been apparent because of the occurrence of the disease at an old age. An increase in serum cortisol and adrenocorticotropic hormone indicated the presence of Cushing's disease. Physical findings obtained thereafter were also compatible with the disease. While the patient was being prepared for surgery, pituitary apoplexy and intraventricular hemorrhage occurred. Massive ascites appeared as a result of tuberculous peritonitis.
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Manyof the signs and symptomsof Cushing's disease result from the action of adrenocorticotropic hormone (ACTH)and glucocorticoids after it runs a long course. The disease affects middle-aged womenand men; it presents full-blown signs and symptoms and usually takes the form of microadenoma. However, when it affects an older person, the signs and symptomsare often masked. This leads to growth of the adenoma resulting in macroadenoma. In this report, we describe an elderly man with masked Cushing's disease due to macroadenoma running a relatively rapid course. He showed rare complications, for example, pituitary apoplexy resulting in intraventricular hemorrhage and tuberculous peritonitis.
The diagnosis was established by endocrinological examination and by characteristic pictures in computed tomography (CT) and magnetic resonance imaging (MRI).
METHODS
Total protein, albumin, bilirubin, creatinine, urea nitrogen, fasting blood glucose (FBS), sodium (Na), , as his complaints increased, his doctor suspected that his condition was due to a chronic subdural hemorrhage and referred him to neurosurgeons. His CT film showed a round, homogeneoushigh-density area corresponding to the sella turcica in a plain scan (Fig. 1) . It also showed a triangular high-density area in the intrasellar to suprasellar region in a coronal scan (Fig. 2) . As the findings suggested a pituitary tumor, the patient was hospitalized for further evaluation.
On physical examination he presented no typical Cushingoid features. His consciousness was clear, but he was aggressive, uncooperative and incomprehensive. The pulse was 96/min, and regular, and the blood pressure was 120/80 mmHg. The head was normal. Although there was a slight tendency toward a "moon" face, neither trunkal obesity nor striae cutis rubra was found. Mobilization of peripheral supportive tissue, subcutaneous bleeding in the extremities, atrophic muscle and skin, and generalized muscle weakness were noted. No edema was observed. Neurologic examination was negative. The lungs were clear, and the heart was normal. Abdominal examination was normal. The chest X-ray film was normal except for considerable bacilli. Based on these findings he received antituberculous drugs but these were temporarily withheld because of paralytic ileus and gastrointestinal bleeding. On November 20, his consciousness suddenly fell into III-300 (III-3 method).
On neurological examination no remarkable changes were noted. The plain CTfilm revealed staining in the pituitary due probably to apoplexy and intraventricular hemorrhage (Fig. 4) . Transiently he suffered from diabetes insipidus, polyuria and a decrease in urine specific gravity and urine osmolarity. Soon a decreased level of ADHin the blood was noted. The levels of ACTHand cortisol remained high. Thereafter, pulmonary edema, and impaired function of the liver and kidney appeared as the cardiac myopathy with arrhythmia progressed. Left spontaneous pneumothorax and pneumonia appeared as complications. Impaction of mucous sputum in the respiratory tract led to respiratory arrest. Despite rapidly instituted treatment he died on December 28. Numerous colonies of mycobacterium appeared in the cultures of ascitic fluid at 4 wk. 
DISCUSSION
Cushing's disease usually occurs in middle age adults. The natural course of the disease is slowly progressive for over 10 yr and presents typical signs and symptoms. The disease is due to pituitary microadenoma in the majority of cases. But the present patient did not show signs or symptomsof Cushing's disease until macroadenoma was incidentally detected by the CT scan which was originally intended for his psychological symptoms.
The course of his disease progressed rapidly as a result of the macroadenoma, and the symptoms included pituitary apoplexy and intraventricular hemorrhage. Glucocorticoid excess was probably responsible for the tuberculous peritonitis. This patient also showedan atypical response to CRF.
Although the CRF-loading test shows an exaggerated response in 80%of the cases of Cushing's disease with microadenoma(1), no response was observed in this case.
The frequency of pituitary apoplexy varies from 1.5% to 27.7% according to the literature (2-6). In Japan, the incidence has been reported to be 9.1% (7) is in agreement with the report of Lopez (3).
Pituitary apoplexy can arise from a tumor of any size (7). The trigger varies, but the cause in most cases remains unknown (8-13). Wakai et al (7) stated that pituitary apoplexy is related to neither gender, hormonal function of the adenoma nor histological type, but it is related to age. Elderly people more frequently have pituitary apoplexy. However, regarding gender, Lopez (3) and Wright et al (14) reported that pituitary apoplexy occurs more frequently in males than females. The relationship of hormonal function of adenomas to pituitary apoplexy remains controversial. A higher incidence of pituitary apoplexy in patients with GH-producing tumors (13) and in ACTH-secreting tumors has been reported (1 5). A report contrary to the latter has also been published (7). It is not rare for pituitary apoplexy to result in spontaneous subarachnoid hemorrhage. In the present case intraventricular hemorrhage was observed. Direct rupture of the surface vessel of the tumor into the ventricle is the most likely explanation.
As aneurysms of the cerebral arteries frequently coexist with Cushing's disease (1.4%) (16), the possible rupture of an occult aneurysm can not be ruled out in this patient. In an elderly patient, it is possible that symptoms of Cushing's disease are masked and remain occult, leading to a delay in the diagnosis of Cushing's disease. In a society in which the population of aged people is increasing, the so called "masked Cushing's disease" must be suspected for persons with a slight mental abnormality and signs and symptomsof pituitary adenoma.
Rapidly progressive massive ascites due to tuberculous peritonitis was observed in this patient. Although it is not rare to observe miliary tuberculosis in Cushing's disease, association of tuberculous peritonitis with Cushing's disease was so rare that no case report was found within the range in our literature search. As previously stated, tuberculous peritonitis could be detected by measuring ADAin the ascitic fluid. It has been reported that if the ADA level of the pleural fluid is greater than 50 U/l, tuberculous pleuritis is strongly suggested. The diagnostic significance of ADAin ascitic fluid has not been clearly established for tuberculous peritonitis. Measurement of ascitic ADAmay offer an important clue to the diagnosis of tuberculous peritonitis as demonstrated in the present case.
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